anaemia:
(1) Tortuosity and dilatation of the vessels with small peripheral ischaemic areas; (2) Areas of stasis, micro-aneurysms, and early new vessel formation; (3) All forms of retinal haemorrhages and marked new vessel formation; (4) Retinitis proliferans, vitreous haemorrhages, venous thrombosis, and papilloedema. Munro and Walker (1960) stated that vitreous haemorrhages, uveitis, and cataract may be additional complications of the disease. Kennedy and Cope (1957) described peripheral retinal gliosis and recurrent vitreous haemorrhages in one case, which progressed finally to uveitis and hypotony.
As far as we know, no case of sickle-cell haemoglobin C disease has been associated with bilateral endophthalmitis.
Case Report A male Jamaican aged 35 years, who came to England 7 years ago, was admitted to Whipps Cross Hospital on September 1, 1962, with loss of vision in both eyes for 6 days.
In 1958 he was admitted to the Whittington Hospital with pleurisy, and a pleural biopsy revealed the presence of purulent granulomatous tissue. Blood investigation showed that he was suffering from sickle-cell haemoglobin C disease. The chest lesions were considered to be pulmonary infarctions due to his disease.
Family History.-Nothing relevant. Ophthalmological Examination.-The visual acuity was perception of light in the right eye and hand movements in the left eye. Both eyes presented the same picture with congestion, chemosis, and oedema of the comeal endothelium. The anterior chambers were deep and full of a heavy plastic exudate. Both pupils were small, fixed, and plugged with exudate, which obscured the fundus and vitreous. The globes were soft and tender. Mydriatics produced full dilatation of the left pupil and partial dilatation of the right, which was bound in the lower half by posterior synechiae. The entire retina was covered and obscured by a thick exudate and the fundus appeared as a grey reflex. Treatment.-He was given local mydriatics, antibiotics, corticosteroids, and systemic steroids, and treatment on antituberculous lines.
Progress.-After one week the right eye showed signs of increasing irritation and a raised ocular tension. The left eye was quiet. 4 weeks later the irritation of the right eye subsided. Visual acuity was still reduced to perception of light in both eyes. The exudates in both anterior chambers had absorbed leaving a heavy flare, numerous cells, and large keratic precipitates. The massive exudate in the right vitreous had new vessels growing in from the periphery and the anterior surface had advanced to lie hard up against the posterior surface of the lens. A similar sequence of events now began in the left eye with increased irritation, raised intra-ocular pressure, and neovascularization of the vitreous exudate. Three months after admission both eyes had become quiet and painless, cataracts had formed, hypotony had developed, and the perception of light was lost.
Discussion
The aetiology in this case is not clear. The clinical picture suggested an infection with an organism of low virulence or a profound uveitis. Sickle-cell haemoglobin C disease is known to produce uveitis, but Prof. E. S. Perkins (personal communication) had not seen a case of uveitis that so rapidly resulted in loss of light perception.
Neither had he seen a case of sickle-cell haemoglobin C disease with such a profound uveitis. If this uveitis was caused by infarction of the ciliary and choroidal vessels it is surprising that there was no evidence of cerebral infarction.
We are unable to offer a definite aetiology but suggest that there was an initial uveitis with a superimposed metastatic infection. The uveitis may have been due to bilateral infarction of ciliary vessels similar to the infarctive lesions of the pleura. 
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